go thoracotomy unless the presence of bowel shadows is detected in the plain film. The risk is greatest where the sac contains only omentum.
Alimentary symptoms vary from nonspecific discomfort to frank obstruction and usually lead to barium examinations in which the diagnosis becomes apparent. Operation: Abdominal, thoracic and abdominothoracic approaches have been used. The abdominal route is generally accepted as the most satisfactory as it allows an easier reduction of the contents of the sac. Harrington recommends a right upper paramedian incision. A midline incision was used in the present case and gave excellent exposure.
The sac may be excised if it can be reduced; if not it may be circumcised and left in situ. The diaphragmatic defect is closed by overlapping the edges and Harrington suggests that where the defect is large paralysing the hemidiaphragm by a phrenic crush may be helpful. Complications: Obstruction of herniated colon is recorded and strangulation is a possibility. Diverticulosis coli in the chest occurred in one of the St Bartholomew's Hospital cases and doubtless perforation and abscess formation are potential sequels. Carcinoma of the colon in this situation would also pose problems. Fortunately the present case presented no such technical difficulties and the patient's operative and postoperative course was uneventful, apart from the deep venous thrombosis 6 weeks after leaving hospital. hemoptysis, whose Morgagni hernia contained not only most of her stomach, but also a large part of the transverse colon. Reduction per abdomen was not difficult, but next day the patient suddenly went into respiratory failure and died. The cause of this disaster was not elucidated by post-mortem examination.
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Reversal of Rapidly Progressive Renal Failure Associated with Polyarteritis P G Brock BSC MB1 and Peter Richards MD MRCP (St Peter's Hospital, Chertsey, Surrey) Mr S P, aged 51 History: Mr S P consulted his family practitioner in September 1971 with fatigue and persistent rhinitis. In January 1972 he received three injections of anticatarrhal vaccine at weekly intervals. On the third day after the first injection he experienced severe left-sided pleuritic pain. On the following day his left knee became painful and swollen and during the next three weeks he developed a polyarthropathy; there were no exacerbations of his joint symptoms after subsequent injections. On 7 February he developed several painful purpuric spots on the distal phalanges of his fingers and on the dorsal surface of his ankles. On examination (12.2.71): He had painful swelling of his knees, wrists and elbows with severe pain on movement. He had purpuric spots on the finger tips and around both ankles, and a large ulcer on the soft palate was noted. Despite several epistaxes, no granulomatous lesions were seen in his nose or upper respiratory tract. Urine analysis showed proteinuria with red cells and red cell casts.
Initial investigations: Blood urea 66 mg/100 ml, Hb 11.4 g/100 ml, WBC 12 000/mm3 (eosinos. 15%), ESR 110 mm in 1 h (Wintrobe). Chest radiograph normal. Renal biopsy: severe proliferative glomerulonephritis with crescent formation and widespread fibrinoid necrosis (Fig 1) . Treatment and progress: Prednisone 60 mg/day rapidly relieved his joint pain, but his renal function continued to deteriorate. After five days, therefore, the dose of prednisone was increased to 200 mg/day and azathioprine 700 mg was given, followed by maintenance therapy of 200 mg/day. Three days 'after starting the increased treatment, his blood urea reached a peak of 310 mg/100 ml and then fell successively over four weeks to a level of 28 mg/100 ml. Severe pain from ischkmic necrosis of the distal phalanx of three fingers necessitated amputation in May 1972. A repeat renal biopsy in June 1972 showed extensive scarring but no signs of active arteritis. His urine sediment at that time contained only occasional red cells with no red cell casts.
In 15 mg/day. Chest radiograph showed a cavity in the left lung. His creatinine clearance at this time was 61 ml/min with a urinary protein excretion of I g/24 hours. Discussionl A necrotizing arteritis was associated in this patient with a focal glomerulonephritis and fibroinoid necrosis. If his pulmonary lesion was a necrotizing granuloma he would fulfil the criteria for Wegener's granulomatosis, a variant of polyarteritis, a distinction which we consider of no help in understanding the nature of the disease but which may imply a slightly better prognosis. We have no evidence that immunization with the anticatarrhal vaccine was the cause of his disease. On the contrary, his symptomatology preceded the first injection by 2-3 months. Arrest of rapidly progressive renal failure was the most remarkable aspect ofthis patient's illness. We do not know whether prednisone or azathioprine was the more important part of his treatment, but it is difficult to escape the conclusion that his treatment arrested the arteritis and glomerulonephritis in his kidneys. A retrospective analysis of patients with Wegener's granulomatosis by Raitt (1971) showed a mean survival of five months without treatment, and a one-year survival with either prednisone or other potentially anti-inflammatory or immunosuppresive drugs.
Large doses of prednisone and azathioprine, similar to the doses used to treat acute rejection of renal allografts, were justified because of his rapid deterioration and only at these dosages could we be sure to obtain maximal effect. In a similar case (Hollander & Manning 1967 ) the blood urea was still rising after treatment with prednisone %0 mg/day for nine days; nitrogen mustard 15 mg/day was then given and the prednisone was reduced to 15 mg on alternate days; one week later the blood urea began to fall from a peak of 400 mg/I00 ml and four weeks later reached a low of 48 mg/100 ml. Treatment with corticosteroids has occasionally been found to slow, arrest or reverse deterioration of renal function in individuals with polyarteritis (Medical Research Council 1960 , Richards et al. 1968 ), but once the patient is oliguric, the prognosis is generally very poor (Harrison et al. 1964) . Postscript: HAA antigen was not looked for at the time of the patient's illness, but when subsequently he was tested for hepatitis-associated antigen and antibody, results were negative. It does not therefore appear to have been an etiological agent in precipitating this patient's illness.
